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LETTERS TO THE EDITOR 
Myocmditis Mimicking Myocardial 
Infarction 
The landmark article bv Dee and colkaeees 0) rawides wwerful 
direct evidence for my&rditis manqu&ding &acute m&ardial 
infarction. Previously this was supported mainly by indirect evi- 
dence and anecdotal reports confirming that myocarditis. classically 
considered a diEuse lesion in all its ascats. could freaucntlv 
produce laealized tissue damage with localized electrocardiogmph~ 
fECG) or imaging signs, or bath (2). Dee et al. also provide 
impmtant evidence that signs of global myocwdial involvement, as 
sometimes seen in other conditions. frequently have e gwd pro& 
w-sir. Perheps the authors might comment on certein aspects and 
imrdications of their data. 
‘I) Their three patients with pericarditis (presumably myoperi- 
cerditis) did not have a typical ECG. This is not surprising be- 
cause the incidence of atflicel ECGs is 43% even when the 
lesion is primarily pericarditic retbe: then myccardiric (3); how- 
ever. which patients in Table I had pericarditir? Infarct pcricarditir 
is e produc! of anatomically trensmural infarction (4) end one 
wonders about the anatomic extent of the myocarditic lesions in 
these t I patients. Yet, although Q waves have evolved in cornpa 
rabk patients with myocarditis (5), they did not occur in the% 
patients. 
2) No patient. including those with pericerditir. had PR segment 
depression, and I am curious to know how often mycardilis affects 
the atria hecausc PR depression is a sign (&it in itselfnonspecific) 
of atrial myccarditis (6). 
3) Right bundle breach block WPE the only innaventrkeler 
con&lion lesion (also true of patienls with global T weve inversion 
[7] as seen in their Case 4). Was this !he wcalled peripheml form or 
the proximal form of right bundle branch block @I? These forms 
may not be distin~irhabk without intrecatiiac recordings. but the 
geipherel form ight be related to iransmural inAamm&n of the 
thin righl ventricular free well, whereas septal involvement could 
explain e proximal lesion but would make the absencr of left bundle 
aranch b&k surprising. 
4) The patient in Figure IA had a IeR venlricular ejection 
fraction of 341, a value that doer not appear in Table 1. Which 
natient we* ,hip? 
r---~ 
5) The only death occurred 18 months efter the onset of symp 
tams in the only patient with impaired swmenful left venlricular 
well motion. F’r&&ebly this is P&ient 3: i&ever, Palient 9, who 
servived despils categorization in New York Heart Association 
functional class 3, bed segmental (parteroreptal) hypokinesis end 
Patient 3 is said (Table I: to hew global hypokinesia. 
6) There is another mechanism for localized ECG or imaging 
abnormalities during Ihe inflammatory process: Would the authors 
consider possible coronary arteritis, involved in thz myaarditic 
process, provoking thrombosis or vssospesm, notions that have 
been entertained pwiously (Z)? 
Dee end colleagues appropriately raised the question of Ihrom. 
bolysir, and it is surprising that all their patients escaped either 
:hmm!olytic or anticoagulant therapy. Was ibis becauss the int?am~ 
matory process wee always recognized? Together with amcdotal 
reports. my personal (unpublished) experience with en increasing 
number of patients with pericarditis misdiagnosed es mywerdiel 
infarction (mainly as a result of mmputer errors) or with the 
pericerditis of myofardial infarction. appears to show that herno- 
pericardium :I rare and it may be safe to “thmmbolyse” and 
“enticoaglllete” in the vast majority of such uses. 
Reference6 
Spadick is uniquely qualitied to raise queslions end speculalc on 
our study because he has had a long-standing interest in the 
relation between preceding viral infection and ewte myoeardial 
infarction. 
We weld like to c!arify several ol his questions regerding Ihe 
IoceJiEerion of myoenrditis. The three patients with cksr-cut peri- 
cardilir es diagnosed by e perkerdial friction rub were Peticnts I, 4 
and 9 in Table I, Rwausetndomycwdial lissw alone wes sampkd. 
no conclusion can be made regarding Ihe extent ci inlammation 
throughout th myocardium. However, it is tempting to stxadatc 
that these three may have bad more epicardial involvement than 
those individuals without pericarditis. Although Q wave develop 
ment has been described in patienls with myoEerditio. we have 
found this to be an cxtrem-ely unusual Riding. We we unable to 
commcnl onthe klcidcncc ofatriel myocarditirbxause this tissue is 
mvcrbiopsied end se!domexemimdcerefully et eutopoy evm when 
mywarditir has been demonstrated in the ventrkuler myocardium. 
Despite the presence of a pricerdial friction rub in these three 
palienls, none of the commonly seen ECG abnormalities (i.e.. PR 
segment depression or di&e ST segment levation) were evident in 
this smell gmup. 
It is well known that inflammatory diseases of the myocerdium 
including cardiac ssrcoidosis and myocarditis ten etTect the condue- 
tbn wstem (1.2). The site of intlaaation may involve vittuallv any 
eree bf the ‘i&ventriculer septum or atr&en:ricuhr node1 W; 
cannot provide any additimal !Xwnation 10 better define wklkr 
the right bundle brench block seen in one petiea in this &es was 
peripheral or proximal using the classification first proposed by 
